Introduction
Language related learning disabilities such as dyslexia and specific language impairment (SLI) represent two of the most common forms of developmental learning disabilities, affecting approximately 5-15% of the population (Bishop, 1997) . Children with specific language impairment (delay in language acquisition/ production) and dyslexia (specific reading impairment) show deficits in processing rapid changes in acoustic stimuli, and these deficits have been suggested to contribute to a failure in grapheme to phoneme representation during language learning (MillerShaul, 2005; Tallal, 2004) . Further, studies show that early temporal processing indices are a strong predictor of subsequent language performance in both normal and at risk populations (Walker et al., 2006; Benasich and Tallal, 2002; Benasich et al., 2006; Choudhury et al., 2007; Farmer and Klein, 1995) . In parallel, research focused on identifying specific neuropathological substrates of language-related disabilities has revealed the presence of cortical developmental disruptions (microgyria, characterized by abnormal neocortical enfolding and lamination, and ectopic collections of improperly migrated neurons) in adult dyslexic brains examined postmortem (Galaburda et al., 1985) , as well as in individuals with SLI using MRI (Guerreiro et al., 2002; Hage et al., 2006) . The two lines of work presented above outline the progress that has been made in identifying factors that may contribute to developmental language impairments. However, significant limitations in technology and tools for clinical evaluation make it difficult to investigate the complex interactions between neurodevelopmental anomalies and profiles of language pathology in humans (Fitch and Tallal, 2003) . Therefore, rodent models of cortical developmental pathology, comparable to anomalies seen in the brains of language-impaired individuals, have been used to address this issue. Specifically, rodent models of cortical Auditory temporal processing deficits have been suggested to play a causal role in language learning impairments, and evidence of cortical developmental anomalies (microgyria (MG), ectopia) has been reported for language-impaired populations. Rodent models have linked these features, by showing deficits in auditory temporal discrimination for rats with neuronal migration anomalies (MG, ectopia). Since evidence from human studies suggests that training with both speech and non-speech acoustic stimuli may improve language performance in developmentally language-disabled populations, we were interested in whether/how maturation and early experience might influence auditory processing deficits seen in male rats with induced focal cortical MG.
Results showed that for both simple (Normal single tone), as well as increasingly complex auditory discrimination tasks (silent gap in white noise and FM sweep), prior experience significantly improved acoustic discrimination performance-in fact, beyond improvements seen with maturation only. Further, we replicated evidence that young adult rats with MG were significantly impaired at discriminating FM sweeps compared to shams. However, these MG effects were no longer seen when experienced subjects were retested in adulthood (even though deficits in short duration FM sweep detection were seen for adult MG rats with no early experience). Thus while some improvements in auditory processing were seen with normal maturation, the effects of early experience were even more profound, in fact resulting in amelioration of MG effects seen at earlier ages.
These findings support the clinical view that early training intervention with appropriate acoustic stimuli could similarly ameliorate long-term processing impairments seen in some language-impaired children.
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